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Abstract

The pathogenesis of type 2 diabetes mellitus (T2DM) is mainly insulin secretion deficiency (abso-
lute deficiency) and insulin resistance (utilization disorder). The key factor of its pathogenesis is
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insulin resistance caused by overweight and obesity. Obesity is a chronic metabolic disease caused
by genetic and environmental factors, which has a certain impact on health. Insulin resistance re-
fers to the decrease in the sensitivity of target organs of insulin action, such as liver, adipose tissue
and skeletal muscle, to normal insulin levels, resulting in the decrease of glucose uptake and uti-
lization efficiency of tissues. Obesity has gradually become an indispensable role in the study of
the occurrence and development of T2DM. The purpose of this article is to summarize the role of
obesity in the pathogenesis of type 2 diabetes and to summarize new treatment methods and me-
tabolic indicators.
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1. 5|8

—I 2014 FHRABIEY, e AEEN, BEAOL 191248, HAEHADLE 6 281 E[1].
bEE NG KBS m AN 2 A H 2602, RS T2DM BOAE WA 70 ISR, —# 1)
BRE R H AR KBS LS T2DM FIRE K REVIMOC, ARG INRE T2DM ) fEks 5 %
Z o IMAE T2DM KA R B 47y v 5 2 A 0 1 R & R HEPU(Insulin resistance, IR)H, EFEHTTHR T & ME
) “IE” o MR SCE DUIERE IR IR 2 4R HAE T2DM AL ik e

2. fEBES T2DM B HR
2.1. R A4 T2DM Bl E X

BMI (Body Mass Index)¥E45, /& E br b F AT & A\ A e R DA SR A e 1) — b, TR
X N: BMI= fAHE + 55 2 (kg/m?). BMI IEFELE 20 £ 25 2 [6], #@id 25 S8 E, 30 LI L@ RE2]).
T2DM KAEMEEGERGF R — 2R, 7ERE IR EE T, RAAERE R BT 50%, AR
B, JREZ 10 kg ATHEBE JRIP BB BT R BRAR L) 25% [3]. LM 30 £ B, FRE R BMI P18 n
1.8 kg/m®, AEREEIRGREIEIN 8 1%, FEIRE TR NIEIN 14 £5[4]. BEIRWG AR E OB E#, PR
AR L Pl EE BRI R T v S ] IR EEH A T LUK I, B BMI 34045 T2DM XU 3
IIAEWOOREL, (HAEMEA T2DM Z MR R RBSTIRTEEMING R, WERKE. KEAH LR
KEA R —DRI6].

2.2. fEBES IR B9XHR

NERER HUA AR TS & Bt 2 . R AR & G 2 Lo Ai 5, AR R 7], 1R 3 BAT H
HEWTLH LA AR BB R DRI 2 R A TR IR, R A 0O 2 25 4 T AR AR G B VR T RO U 8 M T R (FF A)
Trer, SLEAMN 4B CoA ERIEZ, 4B CoA T LA I 11 P IR R I S BRE 1E,  E=RMRAE
Al AN T A e M PR SR A SR e W HERR 1 2Bt CoA W] {8 ATP AT NADH HJZERUE 2, JF H oS
NRRERIR AN, R 572 S N A AE R, i S8 2 ORI, E— PN IR, EEH AR, AR
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rangh, 2K

WEE FFA WIGEEPEAE A S, RS B a0 BRSh M 1 W gk e DR B00RR & 2% o il ks>, N — B E 22 K R s T
SAREL 2 BEPRIE[8] (9]

2.3. PBRER T2DM HHFRME IR

R IE A PRI 2 IR B BRI, B s & p A BIs R, BE 45 T R T AE
BETHE Y T2DM. IR HIRFAESE B 4L S5 MR AT BERE 2k, & 3 g BB, R LA FIK
b, IR ZIEHS T2DM B2 0L, ZIERES T2DM LR RREAL, f2eEfE Y T2DM 32567 Fir
P R SR 0 — P G2 IR\ YT IEAE T2DM 35 GBI . EIRUTIEIES IR MISC RN A HL, T2DM
B NERE B AT AE WIS IR AR T B 00, BN E T2DM B8 TR AR B AA 1) E ZE A AT
REAME P AR HER, I M T2DM R85 Ji A A 2 A i DR FUAtT TR AN BROBRAN (K 5 A R, #E I R
AR T R LI (107 AL P P SR A 10 77 A DK T Bkt I A e i S I 2 7 ) — ol AR S A
MREB N o LR 227 AR KR P SEU(ROS)E 2 LR LB i, RETTAIIR T kit Thig, S1ESE L
WML, XA T2DM KA EE R R Z —[11]. AR5 AL 00 IR, AT AU MLORT 9 s o
M55SRV NS RE 8 S v A T R FELIRT g & 3R AR A S A %, PRI A A 0] I 5 3R A
EYETSBCIR HIAE[12]. FrAEWFFER, @ s PR 2] IR S S KT F P i % T
VFRERE G IR RFS[13].

3. BWAXBHANHIEREN
3.1. ARk & BMEXIEMR

7 B P T2DM AR A7 TE AN [ R 1 o i A 25U R0 I R T v, DA oA G I T AR 22 3 o
RNER[14]. AR R, T2DM A IFIEREEE NI &2 5K FAERERR . IR
R P S M, T R RIT 7 B o P AR . RS A AR 5 TR AP IR AR, TR R AR AR
55 IR WTCAH SR 15], RTHED P AR 5 R AR 5 TR A7 LER R SCIE o 70 R0 g 107 A AU B B 22 S B L
T2DM & I JE R B KT RR DT AR A B AR TR & JFAERERY T2DM &858, WREIRDI AT B m T AR & IF
JERER) T2DM B3, R NIRRT ARG NS neE IR AKF, MR, KR, SHEFE. Hm=
fig. (RZEARE A, FAERER/AK T, INE T2DM Wt E.

3.2. Ghrelin

Ghrelin 72 —Fi i B AR 73 WA BN T VERR, SRR “HURER ", RAEKBME RS2 AR A TR
Betk, 5ZFSMEESIAS SRR, BAREERMER W, RdEHa. Z5EN
WELZFER, SEMAIVERRE RIEMKGRR, MpmKse, ek, JUklE. T2DM K4E
R JEE (1 B B R AR AR IR, TACHEZ IR A1 T2DM F3E A G R 2 o 1% Ghrelin SR BIF 78 3L 5 R
AN T2DM Z [a# YT R 2R % 5, A BT LA T2DM K2 WrRG T - $08T I R 16].

3.3. JL T FREs-3 H#EB-1 (YKL-40)

AR — T [0 J P A R B, — ol i S sl ok oA AR R A R It 3 AR KT I SORE R T, LT R RE-3 FEER
[1-1 (chitinase 3 like protein-1, YKL-40), %} T2DM 3 [ K ML 55 25 Gk 00995 46 O IS 08 ) A5 — 2 T2
WA, FTLUEN YKL-40 5 T2DM A — & FIAI [ 17]. SRTTSE 1 AL tH4 tH in) &5, [ mir R PR AR = A PP
PRI IS YKL-40 KPR BAFEER, T2DM B3 Mg YKL-40 /K5 IR R/ ARIERE, MK
(G PR FL 2
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3.4. BRIEBHIE(PGRN), FEEXF(ADP)

— T IR SIS KB, thAE T2DM B 1MiE PGRN /KT8 & 75, ADP /KPR, F H SZU6iE
THEhEERE IR fAEFYIEKR, PGRN/ADP 7£ IR [EARMKEHREEEEH. SLIhaieHE,
PGRN. ADP, JuH. & PGRN/ADP G KW fe iyt — 2 H 5 B4 T2DM Kbl & Ha2 Wiks e A
W ERIFEAR[18].

3.5. KEIEHR

—RRFAE (PP TEESE S 448 BScE19], EFEd g 180 #9112 T2DM & IF IRk
(VL2 20 2[R T R 2 (1 TR H BMIL (1) T2DM &35 180 BilfE X REZH, Wi%¢ 2 4 H8 3% L& CRP. IL-6.
IL-8 7K1 SR A AR A 5 1B & SR AT 16 A (HOMA-IR) /KT [ 22 57, 45 R R W41 ML CRPLIL-6.
IL-8 7K~FANE G MLBH(FPG) 7 G & 22 (FINS). FEAL AT FI(HbALe). fIGE5 B i & 1 IH[E % (LDLC),
DL HOMA-IR KPR TR . {FE38 A SEIRER, T2DM B &R ARRE K 40, i CRP. IL-6.
IL-8 /K Pk —25 T, THE G CRP. IL-6. IL-8 /K5 IR FEEEAEAEAR Sk, b T $om 28 M e B
AlRe2 5 T2DM RS 1R IR HIdERE .

4. FRITPRIRE
4.1. SMRTTRIET A

ARG T R BAT AT RO IERERE M — 27 T %8, HEEGIFA I, Mk, M55 555 e
AR I RAER, BMI £33 A EFE T T E T 28.0 kg/m® HIREKT 5%, m#& BMI s T
24.0 kg/m® i, FEAETE T AN AT AT TIFERE L322 B 25909677201 {224 BMI > 37.5 kg/m” I JEBEE &
&, AT T FUMZGIRTT U5 A B Rz il F Ik, 15 5 @ U ANRET AR VAT - 24 BMIAE 32.5 kg/m?
F 37.5 kg/m® Z AN, FARIGITE AR 24 BMI 7E 27.5 kg/m® & 32.5 kg/m® 2 8] HE /DA 2 i s
B RINSAFAERE G IR IR RAERT,  Z5A VPG J5 Bl % AMREF AR IBIT[21].

4.2. EFRAFATREERFRREFNESI TR

AE o ) — e R A s Th A BT RO A BL22], DRI INE IR SHIEREA AR R . —&IGIT T Z Y]
BAAR Y DBl B R SR N B IR B 4 A AR R L VR T I E SN, R YA R T IERIE R S A . B
Wi gy 737 AT IR R A R L, B R AL A e B T BONE,  SCAT Bl ok 6 51k ) S At A Qg o
. — U BEIERT LR, @ sh/E1GT7 FITRT T2DM K R i AR TR B 1B s, 5 A E s
R T2DM EE AL, Jesh AL T2DM G R EL T B W] JR S R U st s e 2, Ak, ok
RAEGEAH R IR K, g RIash 4 ad B IZrmA & 2502 8 ik AL i )7 )7 3231,
s B IS BRI, XU 1 B B B T IR R 7 B R EE A

43. REERNNH

FERE PRI BE I T R b, A B 3 amAL VR T R AR ), JCRABR B R AR MM Y e )
Zo —TRIBEED FER B [24], A RFEARINE, FEALIAR KN 2 b i 21, (23t 32 e & B 4
TIRERVIK R, IEGRBE TG IOHE RS, 1R 8 ZORAENE IR 8 I T RS POz Bl . — i, 5
IR S R AL, 2 R T R S ZE SR T R S R IR E L A I R R SR DL, BRI R R
JS2FH e i R BR B M NSRRI I 255K 3%, W B FRIT RCR A A B L. 5—J7m, i
By ZOR B X i SR TR B B E AR, A AECE M2 AL T2DM 858 R IRAQEHE O, 22
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rangh, 2K

IR, st FRARANE A P fE . e/, BRA S A NS M
4.4. FlRrERKIERERER T2DM BEar PN

TEIR97 T2DM HIEFEHT, GLP-1 324K ah7 i tH, b2yl DA R 0% IR, Jk/b g AT, (it
B AN A, s R R f g, O TR E SRR T2DM B3, AR ENEH . GLP-1 %2
BN FIRAREK L5, R & RAE B )[R B o] LRI AR 8 BMI R i3 1) IR 15, HAHZMRS
BMI H3G N2 IEPEA G #5251 PRI S RElS 0 2 R ICEF T2DM & F LM 8 A E . BMIL, B .
fM#¥%. HbAle fl TG. TC. LDL-C /K, FhElfiiE C BAAKF, mEMS—FEM2, Sh2gsa 78 nikm
FURAEAR MRS S5 250 AS RN IA IR, 1T i 60 P B2 W 2 47 3 A58 45 b AR M g i R S A% 4 1) R
FEwEZiy, RZHMRE[26] [27].

5. INEERE

LM T2DM KA R AR 73, IEREAR G T2DM B A HLE] S IR BUEAHSE, T IR HIA
OSBRI H AT EARERR T2DM FAOm LSRR, AR TIERE. IR L& BACsHE bR A
FORAG 1 — LBt e, (EAT IR S 4 ) WY SRS SQBE V(v o SRS SR PR P AT PR, Rk E A A
FHEHGER SRS, ] S A s S 5 AR 5 AR TR AR S & RS HEVR T T AT RE 2 2 4 Ja 10— K
WA BBAh, PR NER I IR AR G Fa b E T2DM Bl o 9FE A, AU BT 818 T2DM 1)
TR, AT RE DA HE B B NG T SR ST R
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